the problem of distance between the tertiary hospital and the child's home (66% more than 20 miles). Furthermore, little more than lip service was paid in the article to the expertise of the local paediatric team.
Given the right support most children can be looked after at home in the terminal stages of cancer or leukaemia. This support is very difficult to maintain at a distance, however, even with a symptom care team at the tertiary referral centre, particularly in the last days before the child dies. We would agree that it is really not realistic to expect the primary health care team, who may have had little or no experience of looking after a dying child and may not have been involved during the child's treatment programme, to give the kind of support which is required without help.
Most children with malignant disease will be diagnosed initially in the paediatric department of the local district hospital. Here we would suggest there should be a paediatrician who has a special interest in childhood malignant disease and this person should remain involved with the child's management throughout the treatment period. This can only be done with a properly organised shared care programme and this may enable some of the treatment to be given locally as well. Pro From the age of 10 to 16 months six Doppler ultrasound studies were performed to assess pulmonary artery pressure and to study the degree of reactivity in response to hypoxia. This was part of a larger study and informed parental consent was obtained. Pulmonary artery pressure was estimated when the patient was in oxygen (arterial oxygen saturation (SaO2) 95%), desaturated in air (SaO2 58-85%), and when replaced in oxygen (SaO2 95%). The resting pulmonary artery pressure in oxygen was raised and remained fairly constant throughout the study (mean 58 mm Hg). Except in study IV at 16 months there was a clear additional reactive component when desaturation occurred (figure). Pulmonary artery pressure returned to the resting level when hypoxia was abolished (mean 57-8 mm Hg). The reactive component of pulmonary artery pressure appeared to be dependent on the degree and duration of hypoxia. At 10 months (studies I-III) reactivity was clearly visible after five minutes in air. At 16 months (study IV) no reactivity was noted after 15 minutes in air but SaO2 fell only to 85%. Two Variation in estimated pulmonary artery pressure with change in SaO2. Six studies inpatient with bronchopulmonary dysplasia.
weeks later (study V) reactivity was noted after 35 minutes in air (SaO2 85%). Domiciliary oxygen was continued until 23 months of age when 24 hour monitoring by pulse oximetry showed her SaO2 to remain >95% awake, asleep, and feeding. Her pulmonary artery pressure remained raised (58 mm Hg) but has subsequently fallen to 25 mm Hg at 2 5 years of age. There is now no evidence of right ventricular hypertrophy on electrocardiography.
The signal of tricuspid regurgitation is detected by Doppler ultrasound in most normal children but its incidence in the newborn is unknown. A clear spectral envelope must be obtained for accurate estimation of pulmonary artery pressure. We have studied eight other patients with bronchopulmonary dysplasia and detected a clear tricuspid regurgitation signal in five (62 5%). As pulmonary artery pressure can increase with activity, sedation might be required for the older infant.
In their study on eight patients with bronchopulmonary dysplasia, Bush 
